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Effects of Acetoxychavicol Acetate Submicron Emulsion on the Proliferation and Apoptosis of Human Liver
Cancer HepG2 Cells

HUA Hai-ying', YOU Xiao-ying"*, QIAO Shu-hui"*, LIU Dan"*, ZHAO Yong-xing’(1.Academy of Medical and
Pharmaceutical Sciences, Zhengzhou University, Zhengzhou 450052, China; 2.School of Pharmacy, Zhengzhou
University, Zhengzhou 450001, China)

ABSTRACT OBJECTIVE: To study the effects of acetoxychavicol acetate (ACA) submicron emulsion on the proliferation and
apoptosis of human liver cancer HepG2 cells. METHODS: The proliferation of HepG2 cells at logarithmic growth phase was as-
sayed by MTT after treated with 5, 10, 20, 40, 80 and 160 pmol/L ACA submicron emulsion and ACA raw material for 24, 48,
72 and 96 h; ICs of ACA was calculated. Flow cytometry was used to detect the apoptosis and cell cycle of HepG2 cells after treat-
ed with 20, 40 and 80 pmol/L ACA submicron emulsion and ACA raw material for 48 h. RESULTS: Compared with ACA raw ma-
terial, ACA submicron emulsion could significantly inhibit the proliferation of HepGZ2 cells in a time and dose-dependent manner
(P<<0.05) ; ICs of ACA raw material were 160.05, 135.56, 124.18 and 109.30 umol/L, and those of ACA submicron emulsion
were 74.89, 29.36, 16.80 and 7.32 umol/L after treated for 24, 48, 72 and 96 h. ACA submicron emulsion could influence the cell
cycle of HepG2 cells significantly; the number of HepG2 cells at Gi/G; phase decreased while the number of HepG2 cells at S
phase increased. Under the same conditions, the apoptotic rates of HepG2 cells after treated with 20, 40 and 80 umol/L ACA sub-
micron emulsion [(34.60 + 0.73) % . (40.30 £ 1.75) % . (50.60 + 2.12) %] were significantly higher than those of HepG2 cells after
treated with ACA raw material [(8.10 £ 1.58)% , (11.80+ 1.62)% and(38.50 £ 0.47) %] (P<<0.05). CONCLUSIONS: The inhibi-
tory effect of ACA submicron emulsion on the proliferation of HepG2 cells and promotion effect of it on the apoptosis of cells both
are better than ACA raw material.

KEY WORDS Acetoxychavicol acetate; Submicron emulsion; Raw material; HepG2 cells; Proliferation; Apoptosis
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Fig 1 Cycle distribution of HepG2 cells in each group
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Fig 2 Scatter diagram of HepG2 cells in each group
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